I. The Cholate: Cholesterol Relationship in Clinical Nephrosis ( 
1) Methods
Samples of blood serum were obtained from 18 patients suffering from nephrosis for periods of time varying from one to 24 months. There were 12 males and 6 females, varying in age from 3 to 65 years. "Lipoid" nephrosis was believed present in 11 instances, the nephrotic stage of chronic glomerulonephritis in six patients, and Kimmelstiel-Wilson syndrome with nephrosis in one case. Serum cholesterol and cholate concentrations were determined in each instance, according to technics previously described.8 (7, 8) .
(2) Results The cholate content of the serum invariably was elevated if the patients also were hypercholesteremic (see Table I ). Thus, the serum cholesterol concentrations of 15 ( 1 ) Methods
Rabbit anti-rat kidney serum, prepared and sent to us by Dr. A. I. Knowlton (10) , was injected intravenously into immature (4 to 8 weeks old) male rats (Long-Evans strain). One-third cubic centimeter of this serum was injected into each of 30 rats on each of two successive days. Renal disease, as indicated by the onset of marked albuminuria and hyperlipemia (9), developed within one week in all but two rats.
Plasma cholesterol and cholate concentrations were determined in 22 rats prior to, and one week following, the injections of anti-rat kidney serum. Similar analyses were obtained in a group of 10 normal control animals.
(2) Results Both hypercholesteremia and hypercholatemia consistently were found (see Table II In order to test the ability of the nephrotic rats to eliminate cholate from their blood, the following experiment was performed. Twenty-five milligrams of sodium cholate were injected intravenously into 11 of the above, nephrotic rats and into 10 control animals. Nephrotic rats were selected whose plasma cholate levels were only moderately elevated at the time of the injection. In each instance samples of blood plasma were obtained at four different times; prior to, and immediately and one and two hours after the injection of sodium cholate.
(2) Results
The intravenous injection of cholate induced a considerable and comparable rise of plasma cholate in both the nephrotic and the control animals (see Table III ). The excess cholate largely disappeared from the plasma of the control group of rats within one hour after its administration. It was eliminated entirely at the end of two hours. However, considerable elevation of plasma cholate was found in the nephrotic rats at the end of one hour and this persisted even two hours after the cholate injection. Thus, there appeared to be a delay in the disappearance of the injected cholate from the plasma of the nephrotic rats.
C. (2) Results
The elevated plasma cholesterol levels of the 11 nephrotic rats to which cholate was fed, were maintained; their average plasma cholesterol rose from 495 mg. per 100 cc. to 508 mg. per 100 cc. (see Table IV ). On the other hand, the average plasma cholesterol of the six nephrotic rats not receiving 
DISCUSSION
The studies described above have shown that an excess of cholate is present in the blood plasma of nephrotic human subjects, as well as in the plasma of rats with experimentally induced nephrosis, whenever hypercholesteremia also is present. This excess of cholate may well be responsible for the reduced surface tension of nephrotic blood, a phenomenon first described by Clausen (11) and later confirmed by Leiter (12) . (13) .
SUMMARY
An excess accumulation of bile acid (hypercholatemia) was found in the blood of human subjects with nephrosis and in the blood of rats in which experimental nephrosis had been induced by injection of anti-rat kidney serum, whenever hypercholesteremia also was present. The nephrotic rat also was found to exhibit a diminished ability to rid his blood of excess injected cholate. Finally, the feeding of cholate to nephrotic rats appeared to prevent the decrease of plasma cholesterol, which usually occurred, following its initial maximal rise.
